We report a case of altered mental status secondary to acute Toxoplasma Gondii encephalitis. The patient had no medical or surgical history and presented with acute onset of lethargy with no clear precipitant. A physical exam revealed no focal neurological deficits and a subsequent medical workup revealed multiple intracranial lesions with a biopsy confirming the diagnosis of Toxoplasma Gondii encephalitis in the setting of newly diagnosed human immunodeficiency virus (HIV). A literature review revealed that this is a unique case of toxoplasmic encephalopathy in the United States in a previously undiagnosed HIV positive patient presenting to an emergency department.
[West J Emerg Med. 2012;13(6):488-490] abnormalities, central nervous system (CNS) infection, toxic ingestion, sepsis, ischemic or hemorrhagic stroke, uremia, and CNS tumors.
Laboratory tests revealed normal blood glucose, negative urine drug screen, normal electrolytes, and normal complete blood count. Additionally, a blood alcohol was negative, as well as a urine toxicology screen, and the patient had a normal anion gap and osmolar gap. A head computerized tomography (CT) was obtained ( Figure 1 ). The CT showed multiple areas of vasogenic edema involving the supratentorial brain parenchyma with the largest of these involving the left anterior/inferior frontal lobe, right parietal lobe, left thalamus, right frontal and temporal lobe and right perisylvian region. There was also noted mass effect on the left frontal horn and right temporal horn and for this reason a lumbar puncture was not performed in the ED. Urgent magnetic resonance imaging of the head was obtained with gadolinium, which demonstrated multiple solid and irregular rim enhancing lesions with surrounding vasogenic edema (Figure 2) .
The patient was taken by neurosurgery service to the operating room where a biopsy was taken, which was positive for Toxoplasmosis gondii. The patient was then found to be positive for the human immunodeficiency virus (HIV) with subsequent testing. While in the intensive care unit the patient required mannitol, steroids, and hypertonic saline for cerebral edema, and his neurologic status improved with treatment. The patient was treated for cerebral toxoplasmosis, subsequent Pneumocystis carini pneumonia, oral thrush, and was started on highly active anti-retroviral therapy (HAART).
Toxoplasmosis gondii is an opportunistic intracellular pathogen that has long been recognized as the most frequent cause of brain lesions in acquired immune deficiency syndrome (AIDS) patients.
1,2 Seroprevalence of Toxoplasmosis gondii is estimated at 22.5% within the United States (U.S.) and may be higher within the general populous in Europe and tropical countries.
3, 4 Infection with Toxoplasmosis gondii in adults with normal immune function will normally be asymptomatic or cause mild complaints of fever or malaise, while in the immunocompromised host it can cause severe central nervous system infections. Up to 10% of newly diagnosed AIDS patients can present with neurologic toxoplasmosis with the classic finding on head CT of a ringenhancing lesion. 5 In the days prior to HAART treatment and rapid human HIV testing, up to 10-20% of newly diagnosed HIV patients presented with neurologic disease. 6 A review of the literature shows that this is a unique case of toxoplasmic encephalopathy in the U.S. in a previously undiagnosed HIV positive patient presenting to an ED. GarciaGubern et al 7 noted a case of toxoplasmic encephalopathy of the spinal cord; however, it was different than our case because the patient had focal neurologic deficits of the lower extremities. Lee et al 8 relate a case of cerebral and optic nerve toxoplasmosis in an undiagnosed HIV positive patient, but this case differs in that the patient had neurologic symptoms manifested by vision loss. In a case reported by Snyder , a 27-year-old male was diagnosed with CNS toxoplasmosis, although the patient was exhibiting right-sided weakness and had known risk factors associated with the acquisition of HIV. Jayawardena et al 10 reported a case of a 35-year-old female with cerebral toxoplasmosis, but the patient was already known to be HIV positive. Therefore, this is the first published case report of toxoplasmic encephalopathy in a previously undiagnosed HIV positive patient presenting to an ED with altered mental status without focal neurological deficits and no known risk factors associated with the acquisition of HIV. 
